Altered organization of cortical interneurons in rats exposed to ethanol during neonatal life.
The fetal alcohol syndrome (FAS) is a known cause of mental retardation in humans. Studies based on experimental models of FAS have demonstrated deep alterations of the cerebral cortex. Here, the anatomical organization of cortical interneurons immunoreactive for different calcium binding proteins has been studied in adult rats exposed to alcohol inhalation during the first week of postnatal life. The main finding is represented by an increase of calretinin neurons in ethanol-treated animals compared to controls and by a corresponding decrease of calbindin neurons. The radial distribution of these neurons was also modified in ethanol-treated cases. These changes were evident both in the primary motor and somatosensory area. No significant differences were found in the number and distribution of parvalbumin interneurons. The functional implications of these data and their significance for FAS are discussed.